This study was performed on 25 CRS subjects, where as 13 subjects were in allergic and 12 subjects were in nonallergic groups. Table 1 showed the general distribution treatment were obtained after a good anamnesis, and thorough physical assessment and work up. Nasal obstruction and headache are the most common symptoms of CRS.(γ) CRS could be caused by allergic and non allergic factors. Allergic CRS is caused by immunologically mediated inlammation, most often
Immunoglobulin-E dependent, where as non allergic CRS is more likely caused by infection of gram negative bacterias and anaerobes. Rhinology study group of PERHATI-KL has recommended antibiotic combined with symptomatic therapy (such as decongestant, steroids, mucolytic, and nasal douching), therefore in this study we used Cefadroxil 500 Study by Sobol, et al., showed different inlammatory cells and cytokine proiles between subjects with CRS and cystic ibrosis (CF).(6) Higher level of neutrophil, macrophage, and cells expressing mRNA for interferon and IL-8 was found higher in CF subjects compared to CRS subjects or control group. Eosinophil and cells expressing mRNA for IL-4, IL-5, and IL-10 were higher in the CRS subjects compared to CF subjects and control.
A cohort study was performed involving 25 subjects from ENT outpatient clinic of Dr. Wahidin Sudirohusodo Hospital from July to October 2013. Subjects signed the informed consent prior to the study engagement. data of subjects population. Table 2 showed the changes of IL-10 concentrations in allergic group during two weeks of therapy. There were slight increases for IL-10 concentrations, but not signiicant. Table γ showed the changes of IL-10 concentrations in non-allergic group during two weeks of therapy. There were slight increases for IL-10 concentration, but not signiicant.
Our study involved 68% females and γβ% males, or β:1 in ratio. 
8%).(γ)
Our study showed a different phenomenon of IL-10 level after therapy, between allergic and non-allergic CRS groups. In allergic group, the IL-10 levels were increased, while in non-allergic group the IL-10 levels were decreased. IL-10 levels were found to be higher in non-allergic group. These results were in accordance to the results reported by Perić, et al., who also reported a higher level of IL-10 in patient with NP without asthma than NP with asthma. (9) On the last day of two weeks therapy, levels of IL-10 were higher in the allergic than non-allergic groups. The persistent allergen exposure may lead to the persistent inlammation, it could be the reason of this condition. Statistical analysis showed no signiicant differences for IL-10 level of each group at nasal lavage specimen collection time (before, 1-week and β-week post-therapies). However, changes in the level of IL-10 after 2-week therapy indicated a good response to therapy and showed an evidence-based protocol of 10 to 15 days therapy as recommended by Rhinology study group of PERHATI-KL.
Another study conducted by Savolainen, et al., showed a signiicant increase level of IL-10, after one year of pollen immunotherapy. (10) endonasal ethmoidectomy associated with topical steroids (C group), and 1β healthy subjects (control group).(11) IL-8, IL-10, and IL-1 levels were signiicantly higher in C group than in A and B and control groups. TNF-α level was signiicantly lower in C group than in A and B and control groups; and there was a negative correlation between IL-10 and TNF-α. In C group, asthmatic patients had a signiicant higher level of IL-10 than non-asthmatic patients. They concluded that topical steroid treatment was associated with a decrease of inlammatory cells and mediators. In marked contrast, nasal surgery was associated with marked changes, in cytokine proile in nasal secretions, that are clearly different from those of controls and topical steroid-treated NP patients, where as steroids up-regulated constitutive IL-10 production.
As we mentioned earlier, the different mean level of IL-10 after 2-week therapy among the two groups might caused by persistent allergic exposure that may lead to the persistent inlammation. The possible pathologic overviews were an overlapping stimulation from infectious and noninfectious factors. Prolonged inlammation proposed the secondary infection.
